SUMMARY Ten male alcoholics aged 38-72 years with clear clinical and electroneurographical signs of peripheral neuropathy were re-examined three to five years later. Conduction velocities, latencies and nerve action potential amplitudes were measured from median, peroneal and sural nerves on both occasions and the results were compared with age-matched reference values from 80 healthy men. Seven of the alcoholics showed normal or nearly normal scores in electroneurographical and clinical examination and they had all managed to stop drinking alcohol. The results suggest that the prognosis of alcoholic peripheral neuropathy is good and independent of age provided that intake of alcohol is discontinued and other causes of neuropathy (malignancy, diabetes, nerve trauma) are carefully excluded.
The data collected so far have failed to establish the prognosis of alcoholic polyneuropathy. '-4 This may be due to frequent dropout of alcoholics from their rehabilitation programmes and poor diagnostic accuracy. We were able to follow up a small group of alcoholics with clear clinical and electroneurographical findings of peripheral neuropathy. This report shows that the prognosis of the disease is usually good provided that the intake of alcohol is discontinued.
Patients and methods
Two hundred and ten randomly selected alcoholics admitted to our in-patient alcoholism programme for detoxification and rehabilitation were studied between 1977 and 1979. Twenty-four of these patients (11 %), all men, had clinical and electroneurographical signs of peripheral neuropathy and ten of them could be followed up and re-examined 1982. The age of these ten men ranged from 38 to 72 years, and they had all been drinking heavily for several months or years immediately before the initial admission in 1977-79. Their daily alcohol consump-by direct questioning, measurement of breath alcohol and assay of various enzymes (GGT, ASAT, ALAT) and mean corpuscular volume.
Electroneurography was performed on three nerves at both occasions: median, peroneal and sural nerves, and the following 10 electroneurographical parameters were measured: Median nerve: (1) Motor nerve conduction velocity between elbow and wrist, (2) motor conduction latency between wrist and test muscle (opponens), (3) conduction velocity and (4) amplitude of the mixed nerve action potential recorded at the elbow, elicited by stimulation of the nerve at the wrist, (5) conduction velocity and (6) amplitude of the sensory nerve action potential recorded at the wrist, elicited by stimulation of the digital nerves at the base of the index finger. Peroneal nerve: (7) Motor nerve conduction velocity between knee and ankle, (8) 
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Electroneurographical normal values and standard deviations for calculation of the scores were taken from a group of 80 healthy male workers from two electronic plants, that was used as a reference group in another study5 concerning effects of organic solvents on peripheral nerves. When calculating the electroneurographical score, the age of the subject was taken into consideration.
The clinical neurological findings were scored according to a numerical index. A value of zero was assigned if the finding was normal. For a patient who could not walk unaided because of weak muscles the score was 4 points. If the patient could not squat down and/or get up without the help of hands or had difficulty in walking on heel or toe the score was two. Muscle atrophy was scored one if slight and two if prominent, and the biceps, patellar and ankle jerks were scored one if uncertain and two if absent.
Sensitivity to figure writing was tested on the forefoot. The score was zero, if five centimeter high figures were perceived, one if only higher figures were perceived and two, if the patient failed to perceive the figures correctly.
Vibration measurements were made with a standard tuning fork (128C) beginning from the tips of the toes and fingers and if absent the score was one. If absent on the medial malleoli of the feet or on the metacarpophalangeal eminences of the hands the score was two. Diminished or altered sensitivity to hair touch was scored one, and two if it was absent. Finally, sensitivity to passive movements was tested in toes and fingers. If small flexions or extensions were correctly perceived the score was zero but if some mistakes were made it was one and if the patient did not at all perceive movements at least in his toes the score was two. This semi-quantitative evaluation scale had a maximum range from zero to twenty.
Results
All electroneurographical parameter results are given in table 1. The electroneurographical scores based upon these values are given in table 2. In addition to the All Nerves score, separate scores are given for the three nerves examined. Although good prognosis of polyneuropathy in the alcoholics who stop drinking was clearly evident, we cannot determine the prognosis if heavy alcohol intake continues. However, a bad prognosis was suggested by a previous study. '4 Interestingly, the neuropathy of the patient with diabetes became worse although he was abstinant for at least six months before his re-examination. It has been reported that early effective control of diabetes will lead to a reduction in the incidence of serious nerve damage.5 Our records revealed that this patient could not, however, treat his diabetes adequately.
Finally, we want to emphasise that the diagnosis of alcoholic polyneuropathy cannot be made without a long enough follow-up of each individual patient. Alcoholics may have many other causes of neuropathy, for example, malignancy, nerve trauma, cervical or lumbal spondylosis, infections, diabetes mellitus. All of these must be carefully excluded before the diagnosis is made. Perhaps a poor diagnostic accuracy represents the most important cause of controversy surrounding alcoholic neuropathies.
